Is fetal monitoring worth while ? was the title ofa leading article in the BMJ in 19711 which concluded that continuous monitoring of the fetal heart rate and measurement of scalp pH might allow labour to be undertaken and continued in high risk pregnancy where otherwise a caesarean section would be performed. The article suggested that intrapartum monitoring might allow early detection of asphyxia and reduce the number of asphyxiated infants delivered, although it drew attention to the lack of published evidence to support this.
Since Against a background of slow technical progress there has been an increasing demand for more "natural" labour. Mothers often accept fetal monitoring,20 especially when they have had previous obstetric problems. Radiotelemetry2l allows more mobility and although this may not confer any great obstetric advantage,22 it should make fetal heart rate monitoring more acceptable and it is surprising that it has not had a more enthusiastic reception.
There is not, and is never likely to be, a single simple test of fetal wellbeing in labour. It is impossible to predict with sufficient accuracy which fetuses will become distressed, and probably all labours should be monitored. At present this entails fetal heart rate recording and scalp blood analysis, for the evidence suggests that if continuous monitoring of the fetal heart rate is used scalp blood analysis is an essential adjunct. Far more attention should be given to analysis of fetal heart rate traces by computer, since if this is shown to be beneficial inexpensive microprocessors could be used on a wide scale. It is high time that we had a new generation of smaller and more intelligent fetal heart rate monitors which, together with telemetry might make fetal monitoring in labour more effective and less intrusive. Changing attitudes to exercise induced asthma Bronchoconstriction induced by exercise is a common feature in patients with both allergic and non-allergic asthma. In asthmatic children this symptom may be particularly troublesome and may lead to physical and emotional isolation by their peer groups. Over the past few years growing medical awareness of the problems associated with exercise induced asthma has led to, changing attitudes and has encouraged investigation into its mechanism so that a more rational approach may be applied to its management.
The precipitating event in exercise induced bronchoconstriction is cooling ofthe airway mucosa during humidification of the inspired air.1 In the laboratory this can be measured as respiratory heat exchange and depends on the rate and depth of ventilation2 and the temperature and humidity of the inspired air.3 Exercise in a warm, humid atmosphere produces less bronchoconstriction than the same exercise performed under cold, dry conditions4 -which explains (in part) why exercise induced asthma occurs more frequently in runners than in swimmers doing the same amount of work.
By itself exercise serves only to increase the tidal volume and respiratory frequency and is not essential to the bronchoconstriction. Indeed, sedentary hyperventilation under isocapnic conditions can induce the same degree of bronchoconstriction as with exercise provided the two stimuli are matched for respiratory heat exchange.5 6 Whether cooling of the airways or loss of water from the bronchial mucosa is the primary stimulus for bronchoconstriction has to be elucidated. Nor is it certain how a thermal stimulus to the large airways is propagated to the smaller airways during exercise induced bronchoconstriction. The close correlation between the ability of exercise or isocapnic hyperventilation to produce bronchoconstriction and the response of the airways to nonspecific bronchial provocants such as methacholine or histamine suggests that exercise induced asthma is a reflection of non-specific bronchial hyperreactivity.7
Several theories have been put forward to link airway reactivity with exercise induced asthma. One such mechanism, which may be loosely defined as the "leaky mast cell theory," is that increased local concentrations of inflammatory mediators in the airways may alter the threshold at which the smooth muscle or sensory nerves respond to a fall in temperature.8 Alternatively a reduction in the temperature or changes in the hydration of the bronchial mucosa may stimulate release of inflammatory mediators.9 After exercise plasma values of a high molecular weight neutrophil chemotactic activity and histamine both rise,'0 two mediators which are associated with mast cells. Furthermore, the mast cell stabilising drug sodium cromoglycate inhibits both the mediator and airway responses to exercise.'1 These observations should, however, be interpreted with some caution since there is no definitive evidence
